Demonstrable fat in the lung due to the inhalation of mineral or vegetable oils or to fat embolism is well known. The occurrence of lipoid consolidation in which the fat was of endogenous origin and shown to consist largely of cholesterol and its esters was reported in a previous communication (De Navasquez, Trounce, and Wayte, 1951) and it was concluded that such fatty change was primarily the result of degeneration due to chronic injury. The present study was made to investigate the incidence and mechanism of such pathological changes and to test this conclusion.
MATERIALS AND METHODS
The lungs from 42 necropsies on a wide variety of pulmonary diseases (Table I) Most of the fat was anisotropic, and was free or extracellular as in the central necrotic foci of carcinoma ( Fig. 1) , intracellular and in macrophages contained in alveolar spaces unassociated with consolidation, or predominantly intracellular when associated with fibrosis as in the pneumonic area distal to a bronchial carcinoma (Fig. 2) . Results are given in Table 11 . From Table 11 it is clear that there is a significant difference (P=0.02) between the total fat contents of the lung and of the tumour, that there is no significant difference between the total cholesterol contents of the fat from the two types of tissue, and no correlation between the amounts of lung and tumour fat in any particular case. fat appeared to be confined to lesions which were chronic in the sense that they were slow in origin and of long standing; such lesions were of a degree of severity short of necrosis. In the tumours fat became obvious only in areas of degeneration. Apart from this exception, lipoid was demonstrable as intra-and extracellular "cholesterols" in bronchiectasis, fibrosis, and chronic abscess ; it was maximal in the lung distal to bronchial carcinoma.
ORIGIN OF THE LIPOID.-Chemical analysis of the normal lung tissue gave for eight cases an average value of total fat of 8.63 g. per 100 g. of dry tissue, of which, on an average, 18.96% was total cholesterol. This compares with an average total fat in six cases of 5.2 g. per 100 g. of dry tissue found by Armin and Grant (1951) . Since the lung tissue analysed was taken from the periphery and contained only a few sparse bronchioles, it is a reasonable assumption that it was mainly of " parenchymatous" origin and largely from alveoli free from blood. Moreover is phagocytosed by macrophages, the local persistence of which is responsible for the appearance of lipoid pneumonia.
SUMMARY
The incidence of endogenous lipoid pneumonia is described.
The pathogenesis of the condition is discussed and it is concluded that it represents fatty change of the pulmonary parenchyma, the result of chronic injury.
